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Materials and Methods
Formalin-fixed choroid plexus specimens from 19 AIDS patients, 12 of whom had HIV encephalitis (HIVE), were examined. Material for frozen sections or electron microscopy was unavailable. Paraffin-embedded sections cut 5 to 7-pm rhick were stained with hemaroxylin and eosin (H&E), periodic acid-Schiff (PAS), and Heidenhain's azan. Irnmunohisrochemical studies were performed by the avidin-biotin method using overnight incubation with monoclonal antibody ro HIV gp41 ( 1 : 500 dilution; Genetics Systems, Seattle, WA), polyclonal antibody to IgG-Fc fragment ( 1 : 1,000 dilution; Dako, Carpenteria, CA), and polyclonal antibody to C3d complement (u2D) (1 : 2,000; Dako). Following incubation with the primary antisera, sections were washed and 
Resalts
Fifteen patients were men and four were women; their average age was 40 years. Risk factors for HIV infection included homosexuality (in 8), intravenous drug abuse (in 6), heterosexual contact (in 2), and promiscuity (in l), and were unknown in 2 patients (Table) .
Neither age, sex, HIV risk factors, duration of AIDS, AIDS-related infections or tumors in systemic organs, nor HIVE correlated with the presence of inflammation or IC deposits in the choroid plexus. None of the patients had detectable infectious agents in the choroid plexus as determined by routine microscopic examination.
Inflammation was present in 6 (31%) of the 19 patients and consisted of focal infiltrates of lymphocytes and plasma cells in the connective tissue, predominantly in the perivascular areas. It was more frequent with HIVE (41%) than without HIVE (14%). Similarly, marked endothelial hypertrophy, characterized by enlarged vesicular nuclei, and mesenchymal cell proliferation of the choroid villi stroma were seen more frequently with HIVE than without HIVE (67 and 58% vs 43 and 29%). The relatively small number of patients (n = 19) did not allow for adequate statistical analyses and thus the significance of these comparisons is not clear. Fourteen of the 19 patients had IC deposits located immediately beneath the basement membrane of the choroid plexus epithelium. In 12 patients, homogeneous, acidophilic, PAS-positive deposits were seen IC disease is a known complication of AIDS. In addition to the high incidence of circulating ICs, IgArelated IC-mediated renal disease 1 12) and IC-related vasculitis in peripheral nerve and muscle of HIVpositive patients [13] have been described. The present demonstration of frequent IC deposition in the choroid plexus of AIDS patients is additional evidence that HIV infection has a component of IC disease. The deposits were associated with endothelial hypertrophy and mesenchymal proliferation but not with local inflammation. It is likely that they were deposited from circulating ICs, as local choroid plexus inflammation was not required for their formation. The incidence of 1C deposition of approximately 75% was similar in patients with otherwise normal brains and choroid plexus as well as in patients with HIVE and choroid plexus inflammation.
IC deposition in the choroid plexus in AIDS patients may have at least two important functions. First, it could damage the blood-cerebrospinal fluid (CSF) barrier and alter the selective permeability of the choroid plexus and composition of the CSF. Indeed, the CSF of AIDS patients frequently has elevated protein levels, IgG, and pleocytosis, for which choroid plexus abnormalities could be responsible 1141. Second, IC deposition could render the choroid plexus vulnerable to blood-borne infections including opportunistic infections such as toxoplasmosis (6) and HIV infection.
Precedent for this hypothesis is seen in an experimental model of serum sickness in which IC deposition in the choroid plexus renders the animal more vulnerable to CNS infections [l5}.
